Introduction: Chronic kidney disease is in increasing trend due to increase inprevalence of Diabetes mellitus and Hypertension. Dyslipidemia is most common entity seen in chronic kidney disease patients and is responsible for Cardiovascular Disease (coronary artery disease). Hypertriglyceridemia is most common form of deranged lipid profile seen in them. So its utmost importance to identify dyslipidemia and treatment of the same to prevent morbidity and mortality related to it. Methods: It is a case control study conducted in NSCB MCH JBP, MP after ethical committee clearance. Where, Subjects of 50 in number who are healthy people placed in Group-1, CKD patients who never underwent hemodialysis of 50 in number are in Group-2 and CKD patients who are on maintenance hemodialysis of 50 in number in Group-3. The baseline characteristics were noted and baseline investigations are done and after 12 hours of fasting, blood is collected for lipid profile, the values are tabulated and compared with each group. Results: In our study we found that, there is increase in Tryglycerides (TG) in CKD patients with and without hemodialysis. The values are more consistent with increase in stages of CKD. TG values are more high in group 3 compared to group 2. Also TG values are higher in CKD patients with Diabetes Mellitus compared to CKD patients without DM. The values were statistically significant in each comparison (pvalue <0.05). Along with Triglycerides (TG), Very Low Density Lipoprotein (VLDL), Low Density Lipoprotein (LDL) and Total Cholesterol increased in group 2 and 3 compare to group 1. High Density Lipoprotein (HDL) is decreased in group 2 and 3 compare to healthy patients. Conclusion: Present study demonstrated that there is dyslipidemia with predominant hypertriglyceridemia in CKD patients irrespective of mode of management, but the derangement is much more common and significant in CKD with hemodialysis group and they are at high risk of cardiovascular disease. So one should consider to start lipid lowering drugs which decreases disease progression and dyslipidemia and its related morbidity and mortality.
Introduction
Chronic kidney disease (CKD) is an irreversible final event of the long lasting renal parenchymal disease, because of various causes which are known more for its morbidity than for its mortality. Since the advent of various medical therapy and invasive therapies like hemodialysis and peritoneal dialysis the severity of the CKD and its consequences have undergone tremendous changes. Cardiovascular disease (CVD) especially coronary artery disease is a most important and most common cause of morbidity and mortality in patients with CKD 1 . Irrespective of the causes of CKD, it leads to structural and functional hypertrophy of surviving nephrons in initial stages and atrophy in advanced stages. Clinically the patients are asymptomatic in early disease, with progression of disease process the increasing amount of nephron losses leads to the end stage of renal disease (ESRD) which then manifest with prolonged signs and symptoms of uremia. The traditional risk factors for CVD include old age, male gender, smoking, hypertension, diabetes, and hyperlipidemia and non traditional risk factors such as anemia, inflammation and oxidative stress, and mineral and bone abnormalities in CKD have an undeniable effect on the increased prevalence of CVD seen in CKD patients. One of the most important pathophysiological mechanisms for CVD in patients with CKD is the widespread and accelerated rate of formation of atherosclerotic plaques due to hyperlipidemia and other causes being uremic toxins, inflammation, oxidative stress, and endothelial dysfunction 2 . In a retrospective cohort study only a minority of patients (0.5-1%) with mild to moderate CKD developed ESRD over a 5-year follow up, while as many as 19 and 24% of these patients with mild and moderate renal insufficiency, respectively, died mostly of cardiovascular complications in the same period 3 Indian studies on lipid profile abnormalities in chronic Kidney Disease (CKD) have varied from no abnormalities at all to significant abnormality (Hypertriglyceridemia and reduced HDL) as described in the Western literature. In, Atherosclerosis Risk in Communities (ARIC) cohort study. A serum triglyceride level of ≥182 mg/dL was found to be significantly associated with an increased risk for cardiovascular disease among CKD participants 4 , but in analysis of the Modified Diet in Renal Disease (MDRD) study showed there is no association between serum triglycerides and CVD, the progression of CKD or death among non-diabetic CKD patients 5 The study done by B Shah, S Nair, which shows that CKD is predominantly accompanied by lipid abnormality in the form of Hypertriglyceridemia 6 , Various studies conducted in CKD have confirmed that dyslipidemia leads to progression of renal disease other than complications. The American Heart Association (AHA) has issued guidelines for the management of hypertriglyceridemia in the general population, which implies the fact that serum triglyceride is also an important risk factor for cardiovascular disease and death 7 . Hence it is important to study the lipid profile changes in CKD patients which may help in proper evaluation of disease pathogenesis, pathogenesis of dyslipidemia and in prevention of disease progression, application of therapeutics and prevention of CVD related incidences.
Methodology
This is a case control study which is conducted in Chronic Kidney Disease Patients of age group 18 to 80 years who presented in NSCB MCH Jabalpur (MP) between March 2017 to August 2018. Study is done after getting Ethical clearance from institutional ethical committee. The Informed consent is taken from all subjects participating in this study. Total 150 candidates are divided in to three groups. Group1: Healthy Control patient (n=50), Group 2: CKD patients on conservative management (that is without hemodialysis) (n=50) and Group 3: CKD patients on hemodialysis (n=50).
Inclusion Criteria
Patients with established chronic kidney disease are included in study irrespective of the etiology, as evidenced radiologically (bilateral shrunken kidney/ loss of corticomedullary differentiation) or biochemically (elevated blood urea, serum creatinine for more than 3 months.) Exclusion Criteria Those with Acute Kidney Injury, Renal transplant patients, Nephrotic syndrome, patients who are on drugs affecting lipid metabolism such as beta blockers, statins and oral contraceptive pills and Female patients who are pregnant are excluded from study. The baseline details like duration of symptoms of CKD, associated comorbidities like diabetes, hypertension and drug history, habits, anthropometry, vitals measurement and brief systemic examination was done and findings were recorded. After overnight fasting of 12 hours, venous blood is collected for lipid profile and Renal function tests Along with complete blood count, Liver function tests, urine examination, USG abdomen and pelvis were collected. The serum total cholesterol(TC), high density lipoprotein cholesterol (HDL-C), triglycerides (TGs) and very low density lipoprotein (VLDL) are measured using commercially available RANDOX autoanalyzer and low density lipoprotein cholesterol (LDL-C) calculated using Friedewald`s Formula (LDL=TC-HDL-TG\5) 8 . Non numerical entries were coded numerically into nominal/ordinal distribution before analysis. Continuous variables were analyzed using Mean± standard deviation. Mean difference between two independent groups was analyzed using student ttest. This was analyzed using Epi Infoᵗᵐ 7.1.5 and SPSS for windows version 20.0 (Trial version). eGFR 9 
Results
The basic characteristic features of candidates have been shown in table-1. Majority of people (42%) were belong to 25-49 years in group-2, 52% in 50-74 years in group-3. Males were higher in number in group 2 and 3 (72% and 56% respectively). Most of the subjects were having BMI 17.5-22.99 (46% and 48% in group 2 and 3 respectively). CKD patients with DM were 40% and 56% in group 2 and 3 respectively. In this study, in group-2: 6,15,29 candidates were in stages 3b, 4 and 5 and in group-3: 2 and 48 candidates were in stage 4 and 5 respectively, which has been tabulated in second table. The fasting lipid profile pattern between healthy controls and CKD patients is depicted in table-3 and in graph-1. There is increase in TC,LDL,TG and VLDL and decrease in HDL in CKD patients compare to healthy controls and comparison is statistically significant for each parameter (p<.05). The stage wise distribution of TG is shown in table-4 and graph-2, in which There is increase in triglyceride with increase in stages of CKD. In our study the TG values in stages 3B and 4 in groups 2 and 3 was not significant and comparison could not be done as sample size in these groups was small, but it is found that the values were significant (p<.05) as sample size was adequate in stage 5 in each group. The TG was increased in 68% people in group-2 and 73% in group-3 people of stage-5 and the maximum values were 216.56 and 263.45 in groups 2 and 3 respectively. We also found significant increment in TG values diabetic CKD patients compare to non diabetic CKD patients (p<.05) as depicted in table-5.There is increase in TG values in males and females of CKD patients compare to healthy counterpart (p<.05) as shown in table-6. Graph-2: Stage wise distribution of Triglycerides in CKD patients.
Discussion
We conducted this study to determine the lipid profile changes in CKD patients on conservative management and on maintenance hemodialysis and to compare them with lipid profile of healthy controls. The study is conducted in 150 people, of which 50 were CKD patients on conservative management, 50 were CKD patients on maintenance hemodialysis and rest 50 were healthy controls. Study population were selected as per the inclusion and exclusion criteria. Serum TC, HDL cholesterol (HDL-C), LDL-C, and TGLs were measured using Randox autoanalyzer. The results were tabulated and statistically analyzed. Lipid transport occurs by two pathways, (1) an exogenous pathway concerned with the absorption of dietary fat, its transport by chylomicrons, and the eventual breakdown of the derived triglyceride into glycerol and fatty acids, and (2) triglyceride levels is because of impaired activity of lipoprotein lipase (LPL) 13 and also by direct inhibitory effect of various uremia induced toxins on the enzymes involved in lipid metabolism 14 which represent the most prominent pathophysiological mechanisms of development of hypertriglyceridemia in chronic kidney disease patients.
In study U Sreenivasulu et al 15 These study results in reference to TG were comparable to our study. The increase in Triglycerides in hemodialysis patients is more compare to conservative CKD patients due to, heparin which is used in hemodialysis inhibits lipoprotein lipase (LPL), which is responsible for hydrolysis of triglycerides.
Conclusion
Dyslipidemia is most prominent change in CKD patients compare to healthy controls. There is increase in serum triglyceride level in patients with CKD with increase in stage but is statisticallys significant in ESRD. There is also significant increase in TG levels in males and females of CKD patients compare to healthy counterpart (p<0.05). Similarly predominant lipid abnormality in diabetic CKD patients was elevation in TG which is significantly increased in group 3 as compare to group-2.
